In conclusion, it is a source of great satisfaction to find that it is from investigations made in this country that many of the interesting problems in the life-history of ectopic gestation have been unrav6lled, and that their elucidation forms a brilliant chapter in the history of British gynecology. The name of Lawson Tait will for ever stand forth as a pioneer in the surgical treatment.
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By JOHN PHILLIPS, M.D.
OF late years much attention has been paid to the bacterial infections of the liver, but no marked stress has been laid upon the liability of the liver, and possibly of the pancreas, to become specially infected during the pregnant condition. Moreover, no discussion on this important subject appears to have taken place at any of the meetings of this Society. The chief infections appear to be from the colon bacillus, and, less frequently possibly, from the staphylococcus and the streptococcus. There is no doubt in my own experience that the first is the most frequent; and the five cases which I have detailed below represent all my experience of this complication. In one case (Case I) a question of opinion as to whether the disease was acute yellow -atrophy or an acute ascending toxemia has arisen. The symptoms are so inuch alike that I have ventured to report this case, with post-mortem notes, somewhat fully to show the difficulty of making a certain diagnosis.
Case I.-The patient, a primigravida, aged 32, had been married nine years, but with no previous pregnancy. She had diphtheria four years previously, but it was followed by no bad sequele. Sbe was always a delicate girl and wore leg-irons when young. When first seen with Dr. Des Voeux her height was 5ft. 2' in.; she was a small, thin, but well-forilaed brunette. External pelvic measurements were found to be: interspinous, 84 in.; intercristal, 9j in.; external conjugate, 63 in. During the whole of the pregnancy she suffered from much sickness and with hot burning pain (like severe indigestion) behind the sternum, especially at night. The urine contained neither albumin nor sugar. She was watched regularly after the thirtieth week, and at the thirty-second week a breech presentation changed suddenly to a vertex (ic culbute), the patient herself being conscious of it. At the thirty-fourth week the vertex barely entered the brim; chloroform was therefore given as the patient was intolerant of pain. The cervix was found to be long and rigid; it was dilated sufficiently to introduce the finger, and a bougie was then inserted between the membranes and the uterine wall. Labour pains came on forty-eight hours after the insertion of the bougie and labour speedily terminated without any difficulty, the child being stillborn for no apparent reason. The progress of the patient after labour was very unsatisfactory, constant sickness being the most marked symptom. At the end of eighteen hours she began to vomit brownish blood; faint jaundice then set in for a few hours and nearly disappeared later, and she died forty-eight hours after labour, the temperature rising to 110 F. shortly before death, having been down as low as 930 F. twelve hours previously, the pulse becoming increasingly rapid (90 to 164 per minute); her tongue was dry and cracked, sordes on the lips, her aspect was drowsy, and she was very restless and continuously moaning. Treatment consisted in administering copious subcutaneous injections of saline with dextrose, but they seemed to have no effect whatever on the progress of the disease.
Post-mortem by Dr. Trevor sixteen and a half hours after death: Blue staining of the face and abdominal wall present. The stomach showed considerable gastritis, as evidenced by adherent tenacious mucus and some pigmentation. There were small submucous htemorrhages and about half a pint of fluid blood mixed with the contents of the stomach. There were lines of blood pigment over the longitudinal veins at the lower end of the cesophagus. The spleen was small. The liver weighed 36 oz. Most of the right lobe showed chronic venous engorgement, but there were some distinct areas of apparent acute yellow atrophy. Microscopical examination: The capsule of the liver shows 'a fine wrinkling and is thrown up into small folds. Under the low power, the lobular arrangement can in many places still be made out owing to the preservation at the periphery of the lobule of a very narrow zone of liver cells, which stain fairly well. In these areas the central vein of the lobule is distended and the liver cells immediately surrounding it have necrosed and practically disappeareda definite nutmeg change. In the intermediate zone liver cells in all stages of degeneration are seen. Under the high power, some show hydropic degeneration; others cloudy swelling, and others, again, are merely masses of vacuolated protoplasm with no visible nuclei. Many of the cells are loaded with granules of bile-pigment. The normal arrangement of the columns of the liver-cells is destroyed and the cells lie separate and distinct. The capillary network is distorted and not easily made out. Scattered throughout the section are large cells loaded with dark granules, of large size. Some of these appear to be in the capillaries and are phagocytic cells with inclusions of cellular and nuclear debris. In these areas the picture is that of an advanced nutmeg liver together with superadded degeneration of the liver substance. In the yellow parts of the liver, the microscopical changes are similar, but here the topography of the section is blurred and the liver lobules can no longer be made out. Here and there in the portal spaces the connective tissue is cellular, but no diffuse increase in the interstitial tissue of the liver has occurred, neither are there any newly formed bile canaliculi. There are, however, in those places where the liver cells are fairly well preserved, isolated cells here and there containing two nuclei. No crystals of leucin or tyrosin are seen in the sections. On the whole, the appearances are not typical of acute yellow atrophy, but they might be interpreted as beiDg those of a very early or commencing stage. I would prefer to regard them myself as degenerative and associated with some general grave toxaemia, for, as the material for examination was not obtained until some seventeen or eighteen hours after death and the patient died with a temperature of at least 110°:F., I am of opinion that much of the change present is of post-mortem occurrence and of autolytic nature. The disturbance of the relationship between the liver cells makes a certain statement as to the condition of the intercellular bile-ducts impossible, in spite of careful examination with an oil-immersion objective, but it is more than likely, seeing the loaded statel of many of the cells with bile, that they were obstructed. The larger ducts in the portal spaces certainly show catarrhal change. The jaundice would then be of haemo-hepatogenous type such as is met with in many grave septic or toxic states. Case II.-A primigravida, aged 32, was confined of a stillborn child weighing 9 lb., forceps being applied at the brim; light chloroform anaesthesia carried out for about six hours (on and off) and full anaesthesia for about two hours; no difficulty with the placenta. For twenty-four hours the temperature remained normal and the pulse quiet. The urine had been examined and found normal just before labour. On the second day there was slight general jaundice, the urine being markedly stained with bile, and she passed dark-coloured faeces, probably old blood. She then became slightly drowsy and failed to recognize friends around her. The urine was later found to contain much bile and a trace of albumin; it was also hyperacid. When I saw her in consultation, the pelvic conditions were quite normal; lochia abundant and of good colour and involution rapid. The patient was a highcoloured brunette, with a slight general tinge of jaundice, very drowsy, not answering questions; she scratched her face from time to time with her left hand and only swallowed food if placed in her mouth; the pulse was quick, 130, gradually becoming smaller; temperature varying from 990 F. to 1000 F. The liver was certainly-tender, as she flinched when the hepatic region was manipulated. No definite enlargement could be made out. Saline injections had been given continuously without any good effect. She died forty-eight hours after labour, in a comatose condition.
Case III.-A primigravida, aged 23, with general pelvic contraction, was seen on June 29, 1914, when thirty-five weeks pregnant. The breech was found presenting. The patient was accordingly put into a modified Trendelenburg position and an external version carried out. It was then found that the vertex would barely enter the brim; accordingly the cervix was dilated and two solid No. 10 elastic bougies inserted between the membranes and the uterine wall; she was not feeling well at the time and had noticed that her motions were very grey in colour; her temperature was 100°F. and her pulse 94. Within twenty-four hours her temperature went up to 1020 F., and it was thought advisable to remove the bougies. Labour came on slowly, and an occipito-posterior position was found; rotation with forceps and delivery resulted in the birth of a healthy female child, weighing 6 lb. A double episiotomy was necessary to save the perinmum. During the next twenty-four hours she was very restless and sick and became slightly jaundiced. A dose of castor oil produced a large white clay-like motion. The sickness and restlessness continued, and the' jaundice increased during the next twenty-four hours, lochia and involution meanwhile going on quite normally. Her temperature varied between normal and 100°F. at night, and her pulse varied between 96 and 112. She looked and felt very ill, and on the sixth day a slight deepening of the jaundice occurred. Swabs taken from the cervix on second and sixth day were found to be sterile. Her urine contained a large amount of Bacillus coli. Sir Bertrand Dawson, who saw her with me, advised small doses of grey powder and rectal injections of saline solution; but it was not until the sixth day that a little bile was noticed in the motions, and it was not until the twelfth day that they became bile-stained. On the eighteenth day they were normal. Involution was quite rapid, and the lochia ceased at the ordinary time. Her temperature became quite normal about the sixteenth day, her appetite returned, and the jaundice gradually disappeared. The child vomited much yellow mucus during the first twenty-four hours and was jaundiced, this being deepened during the next twenty-four hours; all the vomit was deeply stained yellow, as was also the urine; drowsiness was a marked symptom. No bile came through the bowel until the tenth day, and the jaundice disappeared on the twenty-first day. The patient was confined a second time without any of the complications above mentioned, but the child was even more deeply jaundiced when born than the former one, and for seven days the urine was brightly stained with bile and nothing but meconium and colourless mucus passed by the rectum. It was considered that the child had either bacteriological catarrh or possibly congenital absence of the hepatic ducts. Fortunately the bile appeared the twelfth day in the motions, and about that time the jaundice gradually faded and the patient convalesced.
Case IV.-The patient, aged 20, a primigravida, was under the care of Dr. Lumsden. She was healthy, but most of her life had suffered from bad sick headaches if she got excited or tired. Her husband had developed a, few days before her illness began what was thought to be an influenza chill; jaundice developed and was still present at the time of the labour, but he made a good and easy recovery. The patient a few days later got an apparently similar chill, and three to four weeks before term arrived in London feeling, as she said, "desperately ill." The patient had slight yellowish discoloration of the skin and had noticed greyish-white motions for two days. Her sister developed general jaundice three weeks later at the same country residence. The labour was quite normal and easy, being about three or four weeks before full term; very little chloroform was necessary. The child, although premature, was alive and vigorous, the motions passed during the labour were white and constipated, and it was noticed that her slightly jaundiced skin was everywhere very sensitive. During the first twenty-four hours post partum the patient was very sick and declined food, while the icteric tint, which was general, slightly deepened. At the end of forty-eight hours she became drowsy and began to scream more or less continuously, with a few minutes' interval; the head was retracted and she was perpetually rubbing the occiput on the pillow, like a child with tuberculous meningitis. The lochia and involution were normal in every way; the urine was passed unconsciously and a catheter specimen showed bile staining and very marked Bacillus coli infection, but no leucin or tyrosin. She was quite uhconscious, with marked patellar reflex and a big-toe clonus. On the fourth day the jaundice was deeper, she was more restless, the pulse quicker, and she resisted violently any attempt at rectal nutriment. The temperature varied between normal in the morning and 1010 F. at night. On the sixth day the jaundice was less, the screaming had almost ceased, and the head and limbs underwent peculiar rhythmic movements, so that the skin became quite red and sore. On the seventh day the screaming had quite ceased, the jaundice of the skin was less, but the urine was still deeply stained and the motions were white. She now became semiconscious, but the rhythmic movements were still present. The next day she was quite conscious and taking food naturally. On the ninth day, at the site of the puncture in the right thigb, made for saline injections, a large abscess, formed without any corresponding rise of temperature; the pus on being let out gave a pure culture of Bacillus coli. For about three weeks, and until her complete recovery, an autogenous vaccine of the Bacillus coli was administered regularly to the patient. Her mental condition was peculiar: she remembered arriving at the house just before the labour and seeing her own doctor, but forgot everything afterwards for eight days, nor has her recollection of what occurred during that interval returned. The perineal sutures had not united, and later a posterior colporrhaphy was performed with a good result. The treatment consisted in continuous subcutaneous injections of saline, dextrose, and when possible rectal salines. Paraldehyde was the only drug which appeared to afford her any rest or sleep; it was given in large doses. The. temperature was never high, being 1010 F. on the fourth day, and it became quite normal on the tenth; the pulse varied between 100 and 130 during the whole of the illness. The child was not born jaundiced, nor did it develop this condition later. Case V.-A very strong and healthy primigravida, aged 34, was under the immediate care of Dr. Beauchamp. Twenty-four hours before labour started she felt very unwell and was sick. She had noticed the motions were very pale (" like clay "). She was sick during the whole of the labour, bringing up at first a frothy mucus of a bright yellow colour. At the end of twenty-four hours, and during the second stage, she vomited a large amount of dark brown material, which contained no food and was proved to be altered blood.
The presentation was a vertex (occipito-posterior) in the third position; rotation with the forceps and delivery were carried out. During the operation she vomited nearly half a pint of the same black material. She complained of severe pain behind the sternum; twenty-four hours after lahour she was very apathetic, with a pulse of 94 but a normal temperature. The liver was enlarged and the hepatic area tender to the touch. Jaundice of the conjunctivae and skin now developed, and emphysematous crackling appeared over the right neck and chest, with marked puffiness of the subaxillary region on the same side. She was unable to take any food, was very restless and apathetic, and was sick when any attempt at feeding was made. The actions of the bowels were still clay-coloured. The restlessness continued for another three days, and she still complained of feeling very ill; the urine, which had been very dark brown in colour, cleared up at the end of the twentieth day; bacteriological examination showed the presence of a large amount of Bacillus coli. Swabs taken from the cervix on the third day were found to be sterile. The jaundice disappeared and the motions became normal at the end of the third week. The lochia and involution were normal throughout. The child was not jaundiced, but developed a slight attack twenty-four hours post partum.
I have related the above five cases somewhat in detail as they appear to present very distinctive features. Every practitioner is cognizant of the slightly muddy complexion, scarcely amounting to jaundice, with malaise, which frequently attacks the lying-in woman within forty-eight hours of labour, and I have come to believe that many of these are in all probability minor infections as compared with those related above, but of the same type.
Jaundice must be looked upon merely as a symptom, and it occurs more or less deeply in acute yellow atrophy, hepatic toxamia, Weil's infective disease, late chloroform poisoning, and as the result of certain metallic poisonings-e.g., phosphorus. In a similar manner the slight jaundice occurring in the above detailed cases should be considered as one symptom in a train of a series of graver ones. The yellow staining occurring in these patients is much less than in simple icterus, and I have thought that these cases should be classed under h6patic toxsmia rather than the jaundice of pregnancy, as more indicative of their true pathology.
It will be noticed that only in one case (Case I) was a post-mortem examination obtained, and even in this a definite conclusion was not arrived at, for it. will be noted that Dr. Trevor thought that the appearances were not typical of acute yellow atrophy, but that they might be interpreted as those of a very early or commencing stage, while Dr. Rolleston, who saw her with me, in a. letter to me on the matter afterwards, says: "In the light of the clinical symptoms, post mortem, and microscopical sections, I regarded the case as one of acute yellow atrophy, fatal at a very early date, probably because the patient had very little resistance."
Case II was probably one of profound toxeemia, due to some hepatic or possibly pancreatic infection, and her condition appeared to be hopeless from the first.
In Case IV several interesting points are to be noted. First of all, the three cases of slight jaundice occurring in one family in the same house within a short time of each other; secondly, the loss of memory of events from shortly before the labour until eight days had elapsed; thirdly, the cerebral symptoms coming on within forty-eight hours of the labour; and, lastly, the proof by bacteriological examination that the poison was due to Bacillus coli. The diagnosis of this case was made of an acute ascending infection of the bile-ducts, with cerebral irritation, due to the presence of Bacillus coli. This tends to confirm the theory of Bardinet, who, in 1863, declared that jaundice may be produced as an epidemic among pregnant women and describes such an epidemic: of thirteen cases notified, three ended fatally and seven children survived. Kercksig' also mentions an epidemic of .seventy cases, five of whom were pregnant: two aborted and three died.
Case III was also typical of a similar infection. Here again we have the white motions, irritability and tendency to coma, combined with slight jaundice, while examination of the urine showed the presence in large quantities of the Bacillus coli. The symptoms so closeky imitated those of late chloroform poisoning that during the earlier days of the illness a diagnosis of that state was made.
In Case V many symptoms of acute yellow atrophy were present, 'Neutes Journ. der pract. Heilk. (Rufeland), 1802.
Jy-9 such as the dark brown vomit of altered blood, the tenderness over the liver, slight jaundice, with the sickness, restlessness and apathy so characteristic of acute yellow atrophy. Here, too, the urine was found to be loaded with Bacillus coli. All the five cases occurred in primigravidae, and at or about the time of onset of labour; albuminuria, too, as is well recognized, usually occurs more frequently in women pregnant for the first time.
I have notes of two additional labours occurring in the same patient ten and twelve years ago, and before the bacteriology of the puerperium was at all worked out. I am therefore unable to say anything as to the presence or not of the Bacillus coli and have not included them in this series; but the patient at both her labours presented all the symptoms of the above five cases, of which I made accurate notes at the -time, and of the various opinions which were given by the physicians who saw her. As some slight confirmation of my surmise I may mention that five years ago, while treating this patient for a slight local ailment, I had an opportunity of obtaining a catheter specimen of her urine, and it was loaded with Bacillus coli. The sum total of the five cases shows a fatal result in two cases within forty-eight hours, and recoveries in the remaining three after several days' illness. With regard to the children, on two occasions (Case III) the child was either born with jaundice or developed it rapidly after delivery, and aroused the suspicion that possibly the bile-ducts might be in some way congenitally stenosed. Two were stillborn without any apparent reason. The liver, as Rolleston points out, is peculiarly susceptible to morbid changes during pregnancy, and there is reason to believe that necrotic changes in the peripheral zone of the lobules of the liver play a very important part in the production of puerperal eclampsia. Whitridge Williams,' in reporting twelve cases of pernicious vomiting of pregnancy and having acute yellow atrophy, insists on a distinction between eclampsia, in which necrosis occurs in the peripheral zone, and acute yellow atrophy, in which this process begins in the intermediate zone of the lobule.
The difficulty of making a differential diagnosis between acute yellow atrophy, malignant jaundice, and the group I have reported will be seen on perusing the five detailed cases. Some confusion of thought appears to exist as to whether acute yellow atrophy and what is termed malignant jaundice are similar or separate diseases.
Bristowe' describes the leading characteristics of the two former (which he considers one and the same disease) as vomiting, especially of a coffee-ground fluid, due to gastric heemorrhage, intense headache, irritability and restlessness. The question therefore arises whether the cases I have brought forward should be included among instances of mild acute yellow atrophy. I am inclined to oppose this idea.
As long ago as 1863 the connexion between pregnancy and acute yellow atrophy was recognized, and at a meeting of the Berlin Obstetrical Society in that year an interesting discussion took place. Virchow stated that he had never seen a case of jaundice in pregnancy ending fatally.2 H. Gideon Wells3 points out that one of the forms of delayed chloroform toxawmia resembles acute yellow atrophy. In considering this subject, Dr. Harold Low has kindly allowed me to quote from an unpublished paper of his, entitled " So-called Delayed Chloroform Poisoning." The symptoms mentioned show how difficult a diagnosis may become. The exact origin of the condition is still a matter of uncertainty; certain facts, however, are recognized: (1) Prolonged chloroform narcosis produces in animals changes in the liver similar to those of acute yellow atrophy. (2) Acidosis or acid intoxication is present, especially in children, in conjunction with narcosis. (3) In pbtients dying subsequent to anesthetization by chloroform, the liver sometimes shows well-marked degeneration similar to that observed in acute yellow atrophy or phosphorus poisoning. Clinically, in adults, jaundice may be marked, but it may not infrequently be absent, even in fatal cases. There are doubtless many cases which recover, although it is extremely difficult to make a definite statement on this point. The cardinal symptoms appear to be: (1) Vomiting coming on some hours or even days after the operation (in contradistinction to that arising immediately after or before the patient comes round from the anaesthetic). The vomit is of a peculiar coffee-ground appearance (probably due to the presence of blood). (2) The pulse steadily rises in rate and becomes progressively feebler. (3) The mental condition is one of apathy, with attacks of intense restlessness and excitable delirium (mostly, however, observed Phillips: Acute Hepatic Toxemias saying: " The more I have read the less satisfactory are the theories as to what part the anesthetic plays. The probability is that there is an unknown factor present in certain cases. where chloroform has' been given, producing the necrotic changes in the liver, the anaesthetic by its action upsetting a faulty metabolism."
In my cases all vyere subjected to aniesthesia-Case IV very slightly, the other four deeply; but I must 'point out that in three cases (I, IV,and V) symptoms of the illness had already commenced, so that whether instances of acute yellow atrophy or ascending hepatic toxsemia, they could not have been caused by the chloroform, although this drug may probably have aggravated them.
The five cases I have detailed above are the only ones I have encountered among just over 2,000 carefully recorded cases of labour in private practice. With regard to acute yellow atrophy, statistics are of very little value. Lomer reported 143 cases of this disease and states that thirty of them were pregnant. Legg found twenty-five pregnant women among sixty-nine cases of acute yellow atrophy, while Spith only encountered it three times in 14,061 pregnancies. As regards the children, Lomer reported forty-five stillbirths in fifty-seven pregnancies, and in sixty-two cases six children were born icteroid.
The treatment adopted has been detailed in the relation of eaoh case, and although nothing curative was suggested, yet the adoption of the remedies mentioned probably helped those patients who recovered to a more rapid convalescence.
In conclusion, I have endeavoured to show that the group of cases related (with the possible exception of Case I) has distinct features, probably due to an ascending infection of the bile-ducts. It must be differentiated from acute yellow atrophy, malignant jaundice and late chloroform poisoning. ADDITIONAL BIBLIOGRAPHY. BARDINET 
DISCUSSION.
The PRESIDENT: It is noteworthy that only five cases of hepatic toxaemia have occurred in a total of 2,000 deliveries. From this fact I infer that a special combination of morbid conditions is needed to bring about the storm. Again, the rapid fatality in two of the cases and the milder attack in those which recovered suggest the same idea of varying intensity of combination.
In formulating any theory three factors must be considered: (1) The changes in the liver cells associated with fatty metamorphosis; (2) the action of toxic substances ascending by way of the bile-ducts from the intestine; and (3) the influence of chloroform as a determining cause. Chloroform as a " primary " cause can be put out of court, for otherwise these cases would occur more frequently, but the drug may help sometimes to precipitate an attack by encouraging acidosis. Sir Lauder Brunton has taught us that an important function of the liver is to deal with poisons entering the portal circulation from the intestinal tract, and to prevent them from passing into the general circulation. Such poisons may be in such excess as to destroy the hepatic structure and functions, as in the case of acute yellow atrophy, or the liver may be functionally inadequate to deal with these poisons, though the latter are only present. in such-quantities as -may be easily disposed of by healthy organs. Regarded from this point of view acute yellow atrophy is not a disease of itself but merely represents the most severe degree of hepatic toxaemia. Time does not permit of a discussion regarding the changes which take place in the hepatic cells, but physicians and pathologists are in agreement that fat storage and fat infiltration are marked in the liver as well as in other organs during pregnancy. The influence of these changes on the resisting power of the liver tissue is obvious. I have had two cases of hepatic toxsemia in my own practice, and I would lay stress on the fact that in both instances signs and symptoms of intestinal disturbance manifested themselves for some days before the onset of severe disease. I agree with Dr. John Phillips that the Phillips: Acutte Hepatic Toxaemias -mischief is started by intestinal disease &nd spread -along the line of the hepatic vessels and ducts. Fatty metamorphosis and chloroform inhalation -are possibly additional factors in determining the onset and severity' of the symptoms.
Dr. AMAND ROUTH: The title of Dr. Phillips's paper might be altered to " Toxaemia in Pregnancy affecting the Liver," for I think true pregnancy toxoamia begins in the cells of the chorionic villi, and affects different secreting or glandular organs, according to the type of toxin or the condition of the patient's organs. The question of the efficiency of the antitoxins formed to counteract the physiological toxins has also to be considered. Possibly tho antitoxins, if in excess, may cause a true toxemia. Most of Dr. Phillips's cases have been associated with Bacillus coli cystitis, and in such cases the liver troubles may be due to ascending intestinal infection by the same organism or by toxins derived from those bacilli. If so, those cases are not due to true " toxemia of pregnancy," but, directly or indirectly, to infection.
Dr. EARDLEY HOLLAND: I am glad Dr. John Phillips has reported these cases, as they are of extreme importance, and I am certain that now attention has been directed towards them they will turn out to be not uncommon. I have met with two similar cases in the course of one week, and on discussing them with some of my obstetrical colleagues, I found that they also had occasionally met with or had heard of similar cases. The first of my cases was that of a primipara, aged 43. She had been well during pregnancy, and had a prolonged labour, terminated by the forceps, during which she had about three hours of chloroform anEesthesia. Immediately after delivery she vomited about two pints of dark blood and became drowsy, slightly jaundiced and was occasionally sick. The motions also contained a small amount of tarry blood. I saw her three days after her confinement, and found her jaundiced, mentally dazed and dull, with normal temperature and pulse. She was restless and complained of great thirst. There were no abnormal physical signs on abdominal or pelvic examination. The urine contained large amounts of acetone and diacetic acid. Delayed chloroform poisoning was diagnosed and she was treated by copious rectal injections of sodium bicarbonate and dextrose. Within three days she was well. A few days later she had a rigor and a raised temperature, and passed through a prolonged illness, due to Bacillus coli infection of the uterus and of the urinary tract, but she ultimately made a complete recovery. The second case was that of a primipara, aged 23. Six weeks before the full term of pregnancy she had a slight ante-partum haemorrhage. For the next two days she was occasionally sick, the vomit containing a little blood and looking "liverish." Labour commenced and a dead child was born three days after the occurrence of the haemorrhage. She was given a great deal of chloroform during labour and had been examined under chloroform about a week previously. On the day after labour, jaundice appeared and gradually deepened. She became drowsy, restless, thirsty and wsa constantly sick. I saw her on the fourth day after labour, by which time she had become comatose. The urine was high-coloured, scanty, and contained much acetone and diacetic acid. In spite of intravenous and rectal infusions of sodium bicarbonate and dextrose, she became worse and died a week afterlabour. I believe both these cases are examples of delayed chloroform poisoning, and I believe that some, if not all, of Dr. Phillip's's cases are of the same nature. I have noticed that pregnant women are extremely prone to get acidosis; for example, in cases of vomiting in pregnancy I have noticed that acidosis makes its appearance much more quickly and in much greaterdegree than in cases of vomiting in non-pregnant women. In fact, since my experience with these two cases, I havo alWys given my patients who havehad chloroform during labour a mixture of glucose and sodium bicarbonate as. a prophylactic against chloroform poisoning. I believe Dr. Phillips's cases, and all similar, form a distinct clinical and a distinct pathological entity, Whether they are associated with Bacillus coli infection or not, whether they have had much or little chloroform, a post-mortem examination will reveal as the principal change necrosis of the liver cells, similar in character, though of course differing in degree. No doubt there is a "liver of pregnancy" just as. there is a "kidney of pregnancy "; a pregnant patient whose liver becomes the seat of such "pregnancy changes " would be liable to get more extensive changes, leading to the clinical picture described this evening, if conditions arise which throw extra strain on the liver; and the administration of chloroform is notorious for producing this effect. A severe Bacillus coli infection may possibly have the same effect, though I believe the Bacillugs coli infection is a secondary event. I believe the lesson to be learnt is that chloroform is never a really safe drug during pregnancy, and is extremely dangerous in patients who have had the "liver changes of pregnancy" shortlybefore or during labour. I cannot suggest any means of diagnosing "liver changes" in pregnant cases, but I think it of great importance to test the urine of pregnant women for acetone bodies before giving them chloroform, and to give all patients as a routine measure plenty of dextrose and sodium bicarbonate after the antesthetic, as a prophylactic against any possible harmful effect.
Dr. H. WILLIAMSON: The thanks of the Section are due to Dr. Phillips for focusing attention upon a group of cases which are occasionally met with in practice and which give rise to a considerable degree of anxiety. I am not,. however, able to accept the suggestion of Dr. Phillips and Dr. Holland that the group of cases reported in the paper constitute a clinical entity. I agree that they are cases of toxtmia and that the toxins have evidently produced severe hepatic lesions; if that is what is meant by "hepatic toxeamia,'" the title of the paper adequately designates the group of cases described. Clinical and pathological observation suggest that during pregnancy the liver appears to be peculiarly susceptible to the action of toxins, and it is clearly established that the incidence of acute yellow atrophy is much greater in thepregnant than in the non-gravid state. Dr. Phillips's cases support my view,. that, given the susceptibility, the actual lesions may be set up by a variety of toxic agents such as poisons produced by the epiblastic tissues of the chorionic villi, poisons produced by the Bacillus coli commutnis, or -chemical poisons such as chloroform. I think that all these three groups are represented in the collection of cases reported by Dr. Phillips. I have seen two cases of jaundice associated with vesicular mole, and these cases suggest that the toxin responsible was a placental toxin allied to those of the kidney of pregnancy, toxic vomiting and eclampsia. The importance of infections by bacilli of the coliform group is well demonstrated by a case recently under my care in the lying-in ward of St. Bartholomew's Hospital. A patient was admitted with bilateral pyelo-nephritis, and from the urine pure cultures of a coliform bacillus were obtained. She was very ill, and in spite of evacuating the uterine contents the temperature remained high and she passed into a drowsy comatose condition. From a blood culture the same coliform bacillus was recovered; in the course of two or three days she became jaundiced and died ten days after admission. Post-mortem, extensive areas of necrosis were found in the liver, and the coliform bacillus was grown from the liver tissues. Cases such as those I have just cited seem to indicate that the hepatic toxmmias do not all belong to one group.
Dr. JOHN PHILLIPS (in reply): Dr. Routh finds great difficulty in defining "toxaemia," and I think that is the general feeling. I quite agree with Dr. Williamson that the five cases described are capable of subdivision, and that Case II was in all probability a case of late chloroform poisoning.
The term "ascending toxa3mia" is given to those cases for want of a better term.
